Dexmedetomidine has a possible protective effect on cardiac surgery-associated acute kidney injury (CSA-AKI); however, current evidence is limited and controversial. We therefore conducted a meta-analysis regarding dexmedetomidine for CSA-AKI.
A retrospective cohort study [1] and an RCT [2] were not consistent with the other included studies in our meta-analysis. This inconsistency could be explained by limitations of retrospective studies, different CSA-AKI criteria, different doses and duration of dexmedetomidine for the cohort, and CSA-AKI criteria for the RCT because the preventive effect was found when defined by NGAL concentration but not RIFLE classification.
The underlying mechanism is multifactorial, and current evidence demonstrates that, as a selective α2adrenoreceptor agonist, the renoprotective function of dexmedetomidine could be achieved by promoting renal blood flow via inhibiting vasoconstriction and promoting a diuresis effect via decreasing renin and arginine vasopressin and increasing glomerular filtration [3] . Additionally, protection from kidney ischemia/reperfusion injury by reducing reactive oxygen species, decreased systemic inflammatory response, and reduced renal cell death in cardiac surgery were also involved [4] .
Hypotension and bradycardia caused by dexmedetomidine are often of concern, mainly with loading and maintenance doses >0.7 μg/kg/h [5] . All reported dexmedetomidine doses were lower than 0.7 μg/kg/h in our meta-analysis except for two unknown cohorts. Additionally, dexmedetomidine's safety and efficacy have been confirmed in cardiac surgery [1] .
In summary, dexmedetomidine might be a promising prevention strategy for CSA-AKI. More high-quality RCTs are encouraged to verify the beneficial effect of dexmedetomidine before its clinical application. 
